S Y N 0 PSIS Cerebral blood flow (CBF) measurements were carried out in two groups of anaesthetized normocapnic baboons. In the first group of five animals the effect of hypoxia on the CBF before and after ipsilateral carotid artery ligation was studied. The results showed that, although after ipsilateral carotid ligation there was little change in the CBF at normal PaO2, at hypoxia there was only 20% rise in the CBF as compared with an 80% rise before the carotid ligation. In the second group of 10 animals, effects of haemorrhagic hypotension on the CBF after ipsilateral carotid artery ligation were estimated. The results indicated impairment of autoregulatory response of the cerebral circulation.
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After carotid ligation in the neck, there is an appreciable risk of ischaemia of the ipsilateral hemisphere (Nishioka, 1966; Millikan, 1969) . Clinical signs of cerebral ischaemia may develop immediately but more often this complication is delayed for a period ranging from a few hours to a few days. The reason for this is not known.
In an endeavour to discover what factors might account for delayed ischaemia, we have explored the reactivity of the cerebral circulation after carotid ligation in the baboon.
In a previous paper (Sengupta et al., 1973) we have shown that, although after carotid ligation there is little fall in the blood flow to the ipsilateral hemisphere, the CO2 reactivity of the cerebral vessels on that side diminishes. After bilateral carotid ligation the cerebral blood flow falls more markedly and the CO2 reactivity is virtually abolished.
In this paper we present the results of experiments designed to show the state of reactivity of the cerebral vessels in the baboon to hypoxia and haemorrhagic hypotension before and after carotid ligation.
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METHODS
Baboons (Papio cynocephalus) weighing approximately 10 kg were premedicated with phencyclidine (12 mg intramuscularly) and anaesthetized with sodium thiopentone (7 5 mg/kg intravenously). The animals were intubated and connected to an intermittent positive pressure respiratory pump (Starling) delivering a mixture of 75%/ nitrous oxide and 25% oxygen in open circuit. Phencyclidine (2 mg intramuscularly) and suxamethonium (100 mg intramuscularly) were administered at 30 minute intervals in order to maintain adequate levels of anaesthesia and muscular relaxation.
The femoral artery and vein were exposed in the left groin. A catheter was introduced into the thoracic aorta via the femoral artery and connected to a Statham strain gauge and recorder for continuous recording of mean arterial blood pressure (MABP). The femoral vein was cannulated for administration of intravenous fluids. Arterial pCO2, pH, PO2, packed cell volume, and haematocrit were measured frequently. The animals were kept normocapnic throughout the experiments by adjusting the respiratory pump. Temperature was maintained at 370 C with the help of heating lamps. The common carotid artery and its branches were exposed on the right side of the neck. The branches of the right external carotid artery were ligated except for the linguo-facial trunk, which was cannulated centri- petally with a fine catheter. The scalp and temporal muscles were excised from the right side of the scalp.
Cerebral blood flow (CBF) was measured by the height/area technique over periods of 10 minutes after bolus injections of 133Xe via the right linguofacial trunk, using a scintillation detector placed over the right frontoparietal region (H0edt-Rasmussen et al., 1966) .
The effect of hypoxia and carotid ligation on the CBF was tested on five animals. In these experiments, after initial control CBF estimations, hypoxia was induced by reducing the oxygen in the gas inhalation mixture. After CBF measurement at hypoxia, the oxygen in the gas inhalation mixture was restored and CBF measured at normal PaO2. Then the right common carotid artery was ligated and CBF measured at normal PaO2 and then at hypoxia.
In another 10 animals, after initial control CBF measurements, the right common carotid arteries were tied. Then the animals were rendered progressively hypotensive by controlled withdrawal of blood via a catheter in the right femoral artery. CBF was measured after each step-reduction in blood pressure. The blood pressure was held steady for at least five minutes before the study and during the 10 minute period of CBF estimations. A similar protocol was used in another series of experiments in this laboratory in which the effect of controlled haemor- Percentage changes from the control of the MABP and CBF values obtained for all the animals are plotted in Fig. 3 . After ipsilateral carotid ligation, the CBF fell pari passu with the fall in the mean arterial blood pressure. The calculated regression line was y=32-248+0-714X; r=0-824; n=71; P<0001. Figure 4 shows the autoregulation found with intact carotid arteries by Fitch et al. (1974) (Symon and Ross Russell, 1971 (Haggendal and Johansson, 1965) . This has been disputed by Kogure et al. (1970b) Sengupta et al., 1972; Fitch et al., 1974; Strandgaard et al., 1974) . In accord with our previous experience, there was no alteration in the mean CBF values after ipsilateral carotid artery ligation.
The relationship between CBF and PaO2 has been shown by McDowall (1966) . At hypoxia, when the arterial P02 falls below 50 mmHg, there is a marked rise in the cerebral blood flow due to cerebral vasodilatation in order to maintain the total oxygen available to the brain. Kogure et al. (1970a) The maintenance of the CBF in the face of arterial hypotension is well accepted (Lassen, 1959; Rapela and Green, 1964; Harper, 1966) , and is believed to be maintained by dilatation of the arterioles of the brain. In the series of experiments by Fitch et al. (1974) in this laboratory, the CBF remained at or above the initial values until the MABP was reduced to below 7000 of the original value. In the present study, with the ipsilateral carotid artery ligated, autoregulation of CBF to hypotension was found to be impaired. These results agree with the findings of Kindt et al. (1967) who, using EMF probes to estimate the CBF in goats, demonstrated impairment of autoregulation, at hyper-and hypotension, after carotid artery occlusion.
When one carotid artery is ligated, the blood flow to the ipsilateral cerebral hemisphere is presumably maintained by dilatation of the distal arterioles because of the fall in the intraarteriolar pressure, blood being supplied from the contralateral carotid and the vertebral arteries. The present study suggests that because these vessels are already dilated they cannot then respond effectively to the further dilatory stimulus of hypoxia or haemorrhagic hypotension; we have already shown that responsiveness to changing PaCO2 is also impaired. It seems possible that this impaired reactivity of the cerebral circulation, which in a further series of experiments we have shown to persist for at least one week (Sengupta and Harper to (Fig. 6 ) is a case of neuroma of the right ear affecting the tonsils. ' The symposium of which this is an account took place in 1970 in Smolenice in Czechoslovakia. As with any such collection, the quality of the contributions is uneven. The emphasis is on physiology rather than on pathology. The book is divided into six sections each covering different aspects of the general subject of eye movement. The first two are devoted to the physiology of eye movement and its control, the third to the relationship between eye movement and visual perception. The fourth deals with aspects of optokinetic nystagmus, and the sixth with the oculomotor system and postural mechanisms. The fifth section is the most unusual, and concerns itself (in eight papers) with problems of ocular movements as they relate to visual imagery sleep and dreams. 
